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Effect of tetramethyl pyrazine phosphate on the pharmacokinetics of nifedipine in rats

ZHANG Jing, WEI Churr-min, ZHANG Rui, YUAN Gutyan, LIU Xiae-yan, WANG Ben-jie, GUO Rut+
chen (Institute of Clinical Pharmacology, Qilu Hospital of Shandong University, Shandong Jinan 250012, China)

ABSTRACT:OBJECTIVE To investigate the effect of tetramethylpyrazine phosphate (T MPP, ligustrazine) on the pharmace-
kinetics of nifedipine in rats. METHODS Twenty four male Wistar rats were randomly divided into four groups, pretreated
with water or 20, 40, 80 mg® kg' tetramethylpyrazine phosphate for five days, then 10 mg* kg of nifedipine were orally given.
Blood samples were collected at 0, 0. 10, 0.25, 0.50, 0.75, 1.0, 2.0, 4.0, 6.0, 8.0 and 10.0 h. Nifedipine in plasma was
determined by HPLG-MS/MS, and main pharmacokinetic parameters were calculated and statistically analyzed by DAS 2. 0.
RESULTS A UC,  of nifedipine in 40 mg* kg and 80 mg* kg' T MPP plus nifedipine groups, were 41.8% (P < 0.05) and
77.3% (P<0.01) , and MRTgonwere 15.3% (P < 0.05) and 10.4% (P < 0.05) more than that of water plus nifedipine
group, but Cl were31.5% (P <0.05) and 45. 0% (P <0.05) less than that of water plus nifedipine group. CONCLUSION A
given dose of TMPP culd increase the bioavailability of nefidipine, and decrease its elimination process.
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Fig 2 Mean plasma concentration-time profiles of NIF in rats, pre-
viously pretreated with water or TMPP (20, 40, 80 mgekg!)
—&—control group; — —low dose group; —a —medium dose

group; —O—high dose group
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Tab 1 Major pharmacokinetic parameters of nifedipine in
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Effect of rosmarinic acid on renal calcium oxalate stone formation in rats

HUANG You—Xia1, HUANG Rong—guiz, ZHEN G Xing—zhongz(l. QuanZhou Medical College, Fujian QuanZhou
362000, China; 2. The Second Affiliated H ospital of Fujian Medical University, Fujian QuanZhou 362000, China)

ABSTRACT:OBJECTIVE To investigate the effect of rosmarinic acid on the calcium oxalate renal stone formation in rats.
METHODS T hirty-six Wistar drats were randomized into six groups: normal control group, model group, rosmarinic acid
low-dose group, middle-dose group, high-dose group, positive control group ( Shenshitong Granule). The rat model of renal
calcium oxalate stones was induced by ig administration of 1% ethylene glycol and 2% ammonium chloride for 28 days. In add+
tion to renal stone formation treatment, six groups of rats were also given different test drugs or distilled water. T he contents
of urine creatinine, uric acid, oxalic acid, citric acid, Ca’" were detected during different times. After 28 days, the serum bie-
chemical indices, renal tissue oxalic acid and citric acid, renal tissue Ca®>* and renal index were detected and renal pathology was
examined. RESULTS The 24 h urinary excretions of creatinine, uric acid, Ca* , oxalic acid, as well as the serum creatinine,
uric acid and blood urea nitrogen levels, the contents of renal tissue oxalic acid and the calcium in kidney, were significantly
lower in middle dose (0.05 g* kg') and high-dose (0. 1 g kg') groups than those in model group ( P< 0.05). The calcium ox
alate deposits in the kidney and the pathological change degrees of the kidneys were decreased and kidney index was higher in
middle dose group and highdose group than those in model group. CONCLUSION Rosmarinic acid can inhibit renal calcium
oxalate stone formation in rats.
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